The author has in previous papers (Rogers, 1933; 1935; 1938) , stated the belief that acute necrosis of the pancreas is a syndrome rather than a nosological entity. This (1939) (1940) (Benecke, 1931; Brutt, 1923 ? Marcus, 1930 , portal hypertension (Gilbert and Chabrol, 1910) arteriosclerosis (Klemperer and Otani 1931) , vascular thrombosis and emboli (Gerlei, 1930) , periarteritis nodosa (Balo, 1933; Gruber, 1929) The elastic laminae were split and had undergone proliferation.
The changes in the liver, spleen, kidneys, heart and lymphglands are comparable to those described by Roessle (1933) and Klinge (1931) Several authors believe it to be characteristic of an anaphylactic reaction and think that all the diseases in which it occurs must be considered as the result of an allergic hyperergic process.
Alcoholism was present in this case and this is frequently encountered in necrosis of the pancreas. Of the various theories on its mode of action some emphasize the changes it produces in the liver, others its stimulation of the secretion of pancreatic juice. (Aron et Jacob, 1930; Brocq, 1926 ;  Rich and Duff, 1936) . The part played by alcohol in modifying the histological picture of a localised anaphylactic reaction in various organs has been experimentally investigated by the author (Rogers, 1937 (Rogers, , 1938 
